Background/objectives: Previous research suggests that everyday discrimination is associated with worse episodic memory and partially mediates Black-White disparities in memory aging. The biological mechanisms underlying the link between everyday discrimination and memory are unclear but may involve inflammatory processes. This study aimed to determine whether systemic inflammation, indexed by blood levels of C-reactive protein (CRP), mediates associations between everyday discrimination and episodic memory over 6 years. Design: A longitudinal mediation model quantified associations between baseline everyday discrimination, 4-year change in CRP, and 6-year change in episodic memory. Setting: The Health and Retirement Study (HRS). Participants: 12,624 HRS participants aged 51 and older. Measurements: Everyday Discrimination Scale, high-sensitivity CRP assays of dried blood spots, composite scores of immediate and delayed recall of a word list. Results: Black participants reported greater everyday discrimination. Greater discrimination was associated with lower baseline memory and faster memory decline. Higher CRP at baseline partially mediated the negative association between discrimination and baseline memory, but CRP change did not mediate the association between discrimination and memory decline. Conclusion: This U.S.-representative longitudinal study provides evidence for deleterious effects of discrimination on subsequent episodic memory. The fact that elevated CRP only partially explained the concurrent association between discrimination and memory highlights the need for more comprehensive investigations of biological mechanisms underlying the link between social stress and age-related memory decline in order to better characterize potential intervention targets to reduce racial inequalities in memory aging.
Introduction
Social stressors have been linked to worse episodic memory functioning. For example, self-reported everyday experiences of discrimination are associated with lower episodic memory level (Barnes et al., 2012) and faster episodic memory decline (Zahodne et al., 2017) . Discrimination may be particularly relevant for memory because identity-relevant stressors can be more psychologically damaging than stressors that threaten less valued role involvements (Thoits, 1991) . Indeed, elevated levels of discrimination independently mediate racial inequalities in memory aging, such that Black older adults report more discrimination than non-Hispanic Whites, and greater discrimination predicts faster subsequent memory decline (Zahodne et al., 2017) . While the effects of discrimination on mental and physical health outcomes are increasingly being recognized, the biological mechanisms linking everyday discrimination to worse memory functioning are unclear. A better understanding of these mechanisms can facilitate the development and evaluation of interventions to reduce inequalities in late-life memory decline.
According to the biopsychosocial model described by Clark et al. (1999) , discrimination triggers psychological and physiological stress responses that can lead to negative health outcomes. A growing body of work implicates inflammatory processes in the harmful physiological effects of everyday discrimination. Social stressors such as interpersonal discrimination likely trigger the same, highly conserved biological response as physical threat or injury (Stawski et al., 2013) . Chronic stressrelated activation of the sympathetic nervous system (i.e., norepinephrine release), and the hypothalamic-pituitary-adrenal axis (i.e., glucocorticoid resistance) both up-regulate the transcription of pro-inflammatory cytokines (Slavich and Irwin, 2014) 
